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A basal variant form of the
transient ‘midventricular’
and ‘apical’ ballooning
syndrome
Sir,
A 30-year-old Caucasian woman was admitted for a
scheduled caesarean delivery at 36 weeks of ges-
tation after an uncomplicated pregnancy. She gave
birth to a healthy baby under epidural anaesthesia.
One hour post-operatively, she experienced acute
substernal chest pain. There was no cardiac history
or risk factors for atherosclerosis, and the patient was
treated for anxiety disorders. Her blood pressure was
110/65mmHg, and her heart rate was 80 bpm.
Physical examination was unremarkable. The elec-
trocardiogram revealed significant ST segment
depression in leads V4 through V6, II and aVF.
Serial cardiac enzymes revealed a moderate increase
in cardiac troponin I (peak value 1.1 mg/l) and in
creatine phosphokinase (peak value 219 U/l). The
epicardial coronary arteries were angiographically
normal. The left ventriculogram showed basal
akinesis with hypercontractile midventricular seg-
ments and apex (Figure 1). The patient was managed
with conservative medical therapy. A transthoracic
echocardiogram obtained 4 weeks later showed
complete recovery of the basal wall motion abnorm-
alities (ejection fraction 65%) with minimal mitral
regurgitation. The patient did not experience any
subsequent cardiac events after 410 months of
follow-up.
Apical ballooning syndrome (ABS), or takotsubo
cardiomyopathy, is a well-described entity char-
acterized by a typical transient contractile
abnormality consisting of extensive apical and
midventricular akinesis or dyskinesis with sparing
of the basal systolic function. Patients with ABS
typically do not have obstructive coronary artery
disease, and a unique feature is the occurrence
of a preceding physical or mental stress.1 Although
wall motion abnormalities (WMA) were originally
thought to invariably involve the ventricular apex,
variants have also been recently described with
akinesis and ballooning of the midventricular
segments and hypercontractile apex and base.2
In this case, the presentation and trigger of the
episode, the clinical features and the transient
nature of the WMA are similar to the ABS,
suggesting a common pathophysiological aetiology.
This variant has however a unique feature that
distinguishes it from the known variant of the
‘classical’ ABS, in that the apex and most of
the midventricle were hypercontractile, whereas
the base was akinetic.
The report of a variant form affecting the basal
ventricular segments with sparing of more apical
portions has implications in the appraisal of the
proposed pathophysiological mechanisms under-
lying ABS. For instance, the distribution of the
WMA in the present case would clearly
argue against the hypothesis of a transient obstruc-
tion to left ventricular flow or a multivessel
epicardial spasm, as proposed by some authors.3,4
The localization of the contractile abnormalities
may have to be modified accordingly in future
diagnostic criteria of the ‘apical’ ballooning
syndrome.5
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Figure 1. Left ventriculography in right anterior oblique
view at end-diastolic phase (left) and end-systolic phase
(right), showing apical and midventricular segment
hypercontractility (arrowheads) and basal segment akin-
esis (arrows).
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